The extended and elaborately sculpted membranes of neurons likely account for the predominance of lipids in the nervous system, representing >50% by dry weight of brain tissue [1] . Most of this lipid is synthesized in the brain, largely in nonneuronal glial cells, to support a wide range of neuronal functions including membrane formation, myelination, and synaptogenesis [2] . Although recent studies point to the additional role of lipid biosynthesis in developing neurons, the necessity for this cell-autonomous function has been largely unexplored [3, 4] .
This question has been addressed by two recent studies published in Cell Reports demonstrating that the maintenance of normal levels of lipid biosynthesis crucially determines the size and complexity of sensory neuron dendritic arbors. Both studies exploit the utility of genetic analysis and live-cell imaging in Drosophila to link lipid homeostasis to dendritic complexity [5, 6] . Drosophila larvae are enveloped with ordered arrays of four different classes of sensory neurons that mediate responses to external cues. Of these, the class IV dendritic arborization (da) neurons adopt the largest and most elaborate dendritic arbor and function as nociceptors [7] (Figure 1 ). An RNAi screen for defective class IV da neuron dendrite morphology detected a role for the eas (easily shocked) locus [5] . Originally identified as a 'bang-sensitive' paralytic mutant, eas encodes ethanolamine kinase, a key enzyme in the biosynthesis of phosphatidylethanolamine (PE) [8] . As the predominant phospholipid in the Dipteran nervous system, PE is a major constituent of the neuronal cell membrane [9] . The reduced overall length and number of class IV da neuron dendrites in eas mutants suggest that PE is required for normal dendrite morphogenesis. Interestingly, time-lapse imaging revealed that dendrite outgrowth is largely unaffected, but that retraction occurs more frequently in eas mutants, suggesting that normal PE levels are necessary for maintaining dendrite length. Importantly, these defects are rescued by transgenic expression of wild-type eas in class IV neurons, thereby confirming a cell-autonomous role for PE biosynthesis [5] . At this point, a parsimonious explanation of these defects would be that PE levels are too low in eas mutants to support dendrite outgrowth. An alternative explanation, however, is suggested by the finding that a
